Anaphylaxis is a relatively rare event under anaesthesia. It occurs in less than 1:6000 administrations and is usually caused by a muscle relaxant~ We report a patient who displayed an anaphylactic reaction to chlorhexidine during anaesthesia on two separate occasions.
sure rose to lOO mgHg. A rapid return to normal airway pressure was also noted. The procedure was abandoned and the patient made an uneventful recovery.
After six weeks the patient returned to hospital and was intradermally tested to all the intravenous agents administered prior to his reaction. The results were negative to all of the following agents at 5 and 30 minutes; thiopentone 1:100, vecuronium 1:1000, fentanyl 1:1000, and cephamandole 1:1000. A skin prick test to cephamandole was also negative. It was considered that the patient's regular use of a histamine antagonist may have reduced his reactivity to skin testing. In view of the temporal relationship between antibiotic 'administration and the reaction, a presumptive diagnosis of cephamandole allergy was made and surgery re-scheduled.
Five days later the patient was premedicated with hydrocortisone 100 mg intramuscularly, salbutamol 5 mg (nebulized), in addition to temazepam 20 mg and his normal medications.
Once again anaesthesia with the same agents was uneventful until 40 minutes after induction, when, following bladder catheter insertion (and prior to skull pin placement) identical features of anaphylaxis occurred. No antibiotic had been administered. There was a rapid response to intravenous adrenaline and the surgical procedure was again abandoned.
Following immunological consultation, repeat skin testing was performed two days following the reaction (diverting from the protocol proposed by Fisher 2 ) at which time histamine antagonists and corticosteroids had been ceased. Normal reactivity was firstly confirmed by a positive prick test to histamine. There was no reaction at intradermal test sites to thiopentone 1:100, vecuronium 1:1000, fentanyl 1:1000, lignocaine 1:10 and latex 1:100. A prick test was performed with latex supernatant which was also negative, however a prick test with 0.2% chlorhexidine resulted in a 5 mm weal at five minutes which persisted for 30 minutes and displayed a marked associated flare response. A prick test to the bladder catheter lubricant, which contains chlorhexidine 0.05% and lignocaine 2%, produced a 3 mm weal with a marked flare at five minutes persisting to 30 minutes. To intradermal chlorhexidine 1:1000 there was a 3 mm weal with moderate flare response. In a control subject there was no response to a chlorhexidine prick test and intradermal chlorhexidine, 1:1000.
The patient has subsequently received three uneventful general anaesthetics. On each occasion preoperative corticosteroids and histamine antagonists were omitted and an identical anaesthetic technique employed with careful avoidance of chlorhexidine exposure.
DISCUSSION
Chlorhexidine is a linear bis-biguanide molecule widely used as a disinfectant/antiseptic in preoperative skin preparations, soaps, wound dressings, mouth rinses and lubricant jellies. There have been few case reports of severe allergic reactions to this antiseptic in the anaesthesia literature 3 ,4 and this would appear to be the first occurring after exposure to chlorhexidine in catheter lubricant. Another case of anaphylactic reaction to the same lubricant employed during a flexible cystoscopy has been investigated at our anaesthetic outpatient clinic, also testing positive to intradermal (1:1000) chlorhexidine. In each case the patient displayed a slow onset of signs which we postulate is due to the delayed absorption of the allergen via mucous membranes.
Case reports of reactions to topical chlorhexidine are more common in the dermatology literature and include both localised and systemic symptoms 5 ,6. Specific IgE antibodies have been demonstrated by RAST testing, and chlorhexidine does not appear to either activate complement or have any intrinsic histamine releasing capacity7. Theunderlying mechanism of reaction is therefore IgE mediated anaphylaxis.
Pretreatment of a patient in order to modify the immune response or prevent a second anaphylactic reaction is an area of controversy and there is no absolutely reliable regimen effective in every caseS. Pretreatment in this circumstance had no obvious benefit in modifying the second anaphylactic reaction and our subsequent management illustrates that comprehensive investigation of a suspected reaction then avoidance of the offending agent is imperative.
Skin testing is the mainstay of investigation into anaphylactic reactions with both intradermal' and prick tests 9 being advocated. There is no commercial test for chlorhexidine available and our method for prick testing involved placing a drop of undiluted catheter solution onto the skin, then penetrating 1 mm into the skin with a 26 gauge needle. Skin testing was useful in excluding latex allergy, which has become important in the differential diagnosis of causes of anaphylactic reactions iO • This case illustrates that exposure to agents other than those administered intravenously should be considered when investigating a case of anaphylaxis, particularly when signs develop at a time distant to the induction period.
